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) to describe a childhood syndrome of hypoglycemic convulsions associated with ketonuria. MADISON (J.clin. Invest. 43: 408 [1963] ) showed a stimulatory effect of ketones on insulin secretion and postulated this as a feedback mechanism to prevent fatal ketosis. Two techniques to induce ketosis were used to study patients with ketotic hypoglycemia: 1. /S-OHB was infused intravenously during a 2 to 6 hour period; 2. Heparin was injected intramuscularly to promote lipolysis. Patients fasted throughout the test period. The response of patients and control subjects was compared to a control day when no heparin was given. Blood sugar (BS), immunoreactive insulin (IRI), non-esterified fatty acids (NEFA) and ketones were measured. /S-OHB caused a slow decline in BS at a rate more rapid than with starvation alone. Insignificant increases in IRI (x9 /JXJ) within 60 minutes' were seen in 3 patients whereas the values of a control subject rose 65 /AJ within 20 minutes. Patient's values remained low throughout the test period in spite of progressively increasing ketosis. After the initial rise and fall, IRI slowly increased in the control subject at the 4th, 5th and 6th hours of infusion.
A 16-hour fast did not cause hypoglycemia in patients or control subjects. With heparin, NEFA and ketones increased to high levels. Three of 4 patients became hypoglycemic by the 16th hour (x BS 21 mg %). Failure of two patients to respond to i.v. glucagon suggests depleted liver glycogen. IRI levels were low throughout the test periods. Hypoglycemia may be due to failure of ketone stimulation of insulin production with concomitant preservation of liver glycogen. (APS). Fraser) . Using a new technique for the continual infusion of solutions into the jejunum of small animals, dilute solutions of lactic acid (2.0g %-3.5 g %) were infused into the rat for 10 days and their effect on fat absorption and mucosal structure assessed. Thirty-five rats were studied in 5 groups. Control rats (water infused) ate well, gained weight, excreted normal amounts of fat (2.9± 1.9 %) and showed no abnormality of mucosal structure (villous length 465±35 /j,). Although dilute acid (2.0 g %) produced no abnormality, groups infused with more concentrated acid did show significant increases in fat excretion (Lactic acid 2.5 %-6.5^2.1 %; 3.0g%-7.2±2.1 %). Lesions of the mucosa were found localized to the site of infusion in both of these groups, characterized by shortened villi (2.5 g%-276±95 ft, 3.0 g%-266 = j = 56 /j,) and some epithelial cell derangement at the villous tips. In some rats, fusiform extrusions of epithelial cells were seen at villous tips indicating abnormal turnover of these cells. Rats infused with 3.5 % lactic acid died within 72 hours from intestinal perforation at the infusion site. The findings suggest that the effects observed were due directly to the acid infusions and not secondary to factors such as undernutrition or altered intestinal microflora. The observations made may not be specific for lactic acid, but they do demonstrate that intraluminal factors may impair fat absorption and mucosal structure. In this experiment, the particular factor used is an organic acid that is present in the human intestinal lumen. The infusion technique may be a valuable experimental model for future studies of the malabsorptive state. (SPR) 
